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Plasmid toxins CcdB and ParE are part of addiction systems promoting plasmid maintenance.
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ParE had no specific effect on quinolone susceptibility or Qnr protection, and Qnr did not act 12 as a CcdB or ParE antitoxin. 13 Many low copy number plasmids assure their stable maintenance by encoding a 14 toxin/antitoxin pair. The antitoxin has a shorter half-life than the toxin so that if both were no 15 longer synthesized following plasmid loss, the cell would die, thus enforcing plasmid stability. MICs decreased by one dilution but a comparable change was seen with toxin free strain DH10B 46 indicting that the slight effect was not toxin specific (Table 1) (Table 2 ). Growth in arabinose up to 0.8% occurred in 54 strains CSH501 pBAD24ccdB since CSH501 (14) has a gyrA462 mutation blocking ccdB toxicity.
55
Neither pACYCDuet-1qnrS1 nor pACYCDuet-1qnrB4 could substitute for ccdA or parD, indicating 56 that the qnr genes lack an antitoxin effect. The same result was found measuring growth rates 57 by colony counts. The growth rate of DH10B with pBAD24ccdB or pBAD24parE was the same 58 whether pACYC-Duet-1qnrS1 was present in the strain or not and the medium LB plus 0.2% 59 glucose or LB with 0.005% arabinose where the growth rate of the toxin expressing strains was 60 reduced 60%. We also found no plasmid instability in strains like clinical isolate 6-74 containing 61 both qnrS1 and ccdAB. 
